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the peritrigonal regions, abutting the lateral ventricles. 
The final result seems to be calcium influx due to 
glutamatergic overactivation triggered by cytokines, 
infection and inflammation. The intrinsic vulnerability 
of oligodendrocyte precursors is considered as central 
to the pathogenesis of PVL.[4]
Three morphological types of PVL described in the 
literature[5] are as follows: type I, most common, showing 
focal necrosis centered on the ventricles or the subcortical 
zone; type II, with linear diffuse necrosis, is quite rare and 
resembles a fungal mycelium microscopically, as seen in 
this case, with large areas of hemorrhagic necrosis; and 
type III, which has variegated necroses. Valsiuk et al.[6] 
have described 4 cases of PVL, wherein the basophilic 
fibers were mimicking as fungal hyphae, which are 
damaged non-myelinated axons with mineralization. In 
conclusion, this case highlights the gross and microscopic 
lesions of PVL as rare fungal mimickers; and the need for 
awareness of this resemblance to avoid misinterpretation.
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Bilateral transtentorial 
herniation and isolated fourth 
ventricle: A scientific note
Sir,
In transtentorial herniation, downward shift of the uncus 
occurs through the tentorial incisura and often leads to 
death. The treatment is decompression.[1] Bilateral uncal 
herniation is typically seen in brain death.[2] Transtentorial 
herniation can cause occipital infarcts resulting in 
visual loss.[3] A 9-year-old boy was born at 29th week of 
gestation as he had placental insufficiency. He needed 
resuscitation and suffered intraventricular hemorrhage in 
the early postnatal period. After ventricular drainage, he 
underwent ventriculo-peritoneal shunt implantation—
initially, supratentorially; and later, infratentorially— 
because of the isolated and enlarged fourth ventricle. 
Altogether, he had undergone 33 interventions for 
various obstructive and infective complications. At 
Figure 1: Coronal T2-weighted image (5 mm slice thickness) revealed 
bilateral transtentorial herniation
Figure 2: Axial T2-weighted image (5 mm slice thickness) demonstrating 
bilateral brainstem compression and subsequent torquation
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this visit, he was ambulant with retarded cognitive 
functions (developmental age, 3-4 years). He used to 
get recurrent partial complex seizures of temporal 
semiology. Cranial magnetic resonance imaging 
(MRI) scan revealed bilateral transtentorial herniation 
[Figure 1] with brainstem compression [Figure 2]. 
Herniated unci resulted in pressure gradient causing 
the isolation of the infratentorial subarachnoid 
spaces.[4] Possibly, he could survive the bilateral 
transtentorial herniation as there was no ischemic brainstem 
injury.[4] To the best of our knowledge, this is the first 
demonstration of such phenomenon in a living person.
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Dramatic improvement 
following an acute stroke: Is it 
a transient ischemic attack ?
Sir,
Dramatic improvement following acute ischemic stroke 
is a known but incompletely understood phenomenon.[1] 
Most of these cases would possibly end up being labeled 
as transient ischemic attacks (TIA). Multimodal imaging 
may however provide insight into the intricacies of this 
phenomenon. We report a patient who presented with 
signs of acute stroke followed by spontaneous recovery. 
A 55-year-old nondiabetic, hypertensive woman, 
and previously diagnosed case of rheumatic heart 
disease (mitral stenosis and mitral regurgitation), 
not on anticoagulation, presented with sudden-onset 
weakness of left half of body of 6 hours’ duration. Her 
admission National Institute of Health Stroke Scale 
(NIHSS) score was 10, and she had a motor power of 
grade 0/5 in the left upper limb and 1/5 in the left lower 
limb. At admission, her pulse was 88 /min, regular; 
blood pressure was 130/86; and random blood sugar 
was 140 mg%. Cranial noncontrast CT scan was normal, 
while a CT angiography (CTA) showed a right proximal 
middle cerebral artery (M1) occlusion [Figure 1a]. Since 
she was beyond the window period for intravenous 
thrombolysis and she did not consent for intra-arterial 
thrombolysis, she was started on medical treatment 
with anti-platelet medication (aspirin/dipyridamole), 
statins and heparin for deep venous vein thrombosis 
prophylaxis. At 12 hours of the onset of stroke, she 
started improving and the NIHSS score decreased to 
2, while the power in the left upper and lower limbs 
increased to grade 4/5. At 24 hours, the NIHSS was 0, 
and a repeat CTA showed a complete recanalization of 
the right middle cerebral artery (MCA) [Figure 1b]. She 
did not have any subsequent worsening of weakness. 
Cranial magnetic resonance imaging (MRI) done at 12 
hours of the onset of stroke showed restricted diffusion 
in the right basal ganglia [Figure 2] on diffusion-
weighted imaging. 
Spontaneous recanalization is an intriguing phenomenon 
and has been clearly documented by cerebral angiography, 
transcranial Doppler and autopsy studies.[2,3] An accurate 
assessment of this phenomenon may not be possible 
since most studies describing it have a heterogenous 
patient population, and most studies tend to exclude 
patients with resolving or resolved symptoms.[4] Embolic 
strokes are known to recanalize spontaneously more 
often than occlusion caused by a local thrombosis,[5] 
while MCA clots resolve spontaneously more often than 
internal carotid artery clots.[6] The precise prevalence of 
spontaneous recanalization is not known. The Prolyse in 
Acute Cerebral Thromboembolism  (PROACT) 2 study 
showed a recanalization rate of 17% in the placebo arm.[4] 
A study on patients with cardioembolic strokes reported 
early (<6 hours) and late (>6 hours) spontaneous MCA 
recanalization rates of 18.8% and 52.8%, respectively, 
using transcranial Doppler (TCD).[7] Recanalization of 
cerebral arteries as seen with TCD or MR angiography 
occurs in 50% of acute ischemic strokes within 8 
days.[8] Spontaneous recanalization of major intracranial 
arteries occurring beyond 6 hours of the stroke is 
usually predictive of a hemorrhagic transformation.[7] 
Our patient’s stroke was cardioembolic in nature, and 
